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Abstract

¢ Neovascular age - related macular degeneration
(nARMD) is a prevalent age-related retinal disease that
significantly impairs vision. Numerous studies have
shown that lipid metabolism disorders contribute to the
progression of nARMD. The relationship is complex and
involved factors such as fatty acids, cholesterol,
variations in lipid metabolism genes, and
influencing factors. Lipid metabolism disorders lead to
retinal vascular abnormalities and inflammatory responses
by triggering oxidative stress and inhibiting autophagy.
This, in turn, accelerates the formation of new blood
vessels and causes damage to macular cells and tissues.
In animal experiments, drugs designed for lipid
metabolism disorders have shown that regulating lipid
metabolism could be a potentially effective strategy for
treating nARMD. This article reviews the role of lipid
metabolism in the progression and
neovascular age-related macular degeneration, aiming to
offer new insights for nARMD treatment.
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AR HH R M OBE A P (age — related macular
degeneration, ARMD ) J&—F 73 55 % LI E A 74543
(N, B N DI, KR AT e
ARMD ] 73y P B4 . 28 45 B (AR 5 AR E T ARMD ) i
ARMD 5 1) 80% —90% , & i B (9 A= M 48 4 w3
ARMD) 5 ARMD fE# ) 10%—15% . B AR A= I 4 A
W AH I M 25 BE AF P ( neovascular age — related macular
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degeneration,nARMD) /7 Lb#% /> {H nARMD ‘2 EU™ 5 ML )
TR LB 29 90% > . B B A N R A K
(vascular endothelial growth factor, VEGF) B #%) iz iz H
nARMD G971, KT, BLIWT VEGF A H R REVR &1 VEGF
T ISP B AT DA I S AR Ak | s i T R A R R R e 2
ARPERNMAE B H I, FF R R BTN AR
PO BARIC N E L WS ke BLRE E  mT AR i
A ILAE B B IT N nARMD 32 &, 3% W i 5 A 3 2 i
nARMD [ AR fi BAR I /E nARMD 3 ' S 3
Ir e AT Sk
1 ARMD HJJR 2 5 it R

YRS MEPE S ARMD i iok 7% v 81 22 0 o BRARRAE . 7E
R A1 v 35 ARMD, 8 B €8 2 [ B2 (retinal pigment
epithelium, RPE) 1 [k 2% 5 2 16] BB A0 = 5 i 5 A DR
Yy, PR BEES BEPES . HEJE E] ARMD I ) 0T 43 o 25 45 Y
B Y 2245 AL BEARAE 2 RPE R E 20 19 h 28 8ot )22
PRI 5235 455 , Bk by b P RE 25 45 ( geographic atrophy, GA),
B B BRI PR 2R | R 28 Jen )3 400 oo i
T BGFE BT AR AT W, AR S ok 4 TR 2B 1M A8 TR
(choroidal neovascularization, CNV) o) CNV ZE 3 H 95 1
PRI A A A K 38 e T DR O 52, i 24 i % 1) T il O
PO JEE PAY )22 A0 P BT ] B i ot FR A2 U, S 52 ) B B 1
MANE w2 P B AL, 3 N T S BERIE S IR A A
PRI B EPE (1 B 4 AR 2 A L A B
ThEAT TG, X SRR B SO IR BT B B s BT
R, e DA g B AR i 57 R BB 2 ARMD LAY & 0N
HL
2 lERKE2 5 nARMD HfRIETTE
2.1 BRSSO B  d k 3 Ah
J) 20 2R B0k B i 2% [l U 2R 47 [l sl B . i B A i
A 3 M B RS AMIRE AR A 1) JIE [ e B R A
HMIEPE TR AR T A FRE B MR BT s N TR MR A R I IIE B 1
BN BN e 2 5 L o] 52 Pz i) 5 325 e DA 2L 2 e 255 I DL [
FERE R IR AR A AT 5%tk s B 3 o 2 22
FH B BT 2H A, O st A% 2= BF 98 UESE 15 nARMD A5G 1) i
B A S A 2 80, © A WF5E i 7E nARMD
A 1 L B A R T A 0 AR SR SRR SE T
ERRRIHZ 5 nARMD SR B 72
22 EE 4N w-3 LCPUFA T &8 B £ ARMD i & 2
NARMD 8 o9 52 A A g o 5 i e AL g 2 — 1
Y%7 2% 40 Bt ( photoreceptor outer segment, POS) g — 4~
A R SO B A ' O A R, B AR B AR (5 SR R
90%—95% ) AR [EI B (& SR B 4% —6% ) , 721 I 15 e
feh, K 4% 2 AN 1 F RS Wi 2 (long — chain polyunsaturated
fatty acid, LCPUFA) 2y /& BB N5 19 45% " . w1y
LCPUFA 7] DL CRA37 8 AR 0 38 20 1, 3 2 A 20 o 5 2 1)
AR, 0 2 A0 D 0 5 1 R R ) DG BRE BF SR R
w=-3KEEZ AR (0-3LCPUFA) 45—+ o<
J% B2 ( docosahexaenoic acid, DHA ) F1 — + Bk i K B2
(eicosapentaenoic acid, EPA) 7] DL i # SR 26 A+
a( tumor necrosis factor alpha, TNF-a ) J /b BB A 1M
AR . 0-3LCPUFA ARREHI MR 11 54 B, AU K

EPAREY . Keenan S5 7547 4 56 M IR A5 BF 5% ( The
Age—Related Eye Disease Study, AREDS) Fl AREDS2 #f 5%
[ JBSE P G A i 0 7 A 1 A L R R IR (R S 2R w3
LC—PUFA ) AT DL AR R Bl 5 R AR ) ARMD 5 2 (1 AL
K. AREDS 8], w—3 LCPUFA 45 A 45 i 1 5 3% 3L
BEEEIEE K BN GA 5, CNV I AT REVERFAT T 30% ', —
TR A NS 5E 2, w—-3 LCPUFA I 3% e J3 5 e 19 B
i ARMD [ %55 23 LU AR 1) R IR 42917 A 5,
Z P450( cytochrome P450, CYP) 2— R LHEROEE, v i
i 2 25 ) F A HLY) B (L9 i ) 9 Ak, CYP 1
nARMD 2 (140 X FEE i Jo 0 AR %) AR 3R R ol v i 44 10 AR
FH I R FRSE S 7T 2 W1 i) CYP2C IS P3G fn 1 g & v
w=3 LCPUFA X4 B AL I AT CNV PRI, 55
—IUE ST R W] CYP2J2 4l 570 84 38 T o -3 LCPUFA Xf
CNV HHmI eI o SR 55 A F 58 L BRE P AR -3
LCPUFA J-ANFEIRZE ARMD ) f Ji8 ok R 1K 2 A b B & o
FERL IR IR 2 LT REE#ME 0-3 LCPUFA fEA
U8 2% ARMD 3B MIY] (GA 50 CNV) I8 — BT
2.3 RB El B X 15118 1 8 5 B Ik 40 B iE 1L SRR 33 nARMD #Y
BER DRI B A I A AR A T fr DG S Y
P72 FE nARMD Ji78 | £ 283 55 T L I 40 i 2 3=
ER YA | E gL AE nARMD 4 & 90 HL ] i 25 &
SR BRI, B0 A 2 AT A A AN I A8 AE B ek
TfF 5% 2% W0 1) 15 e 40 L g 00 ) RS R m LA A CNVE
JUEL T A G 35 3 5 9 A 3 Ak ke £ i nARMD f
J& . Sene %V BFSCIE 75 R 1 B R4 T, 52 FFIE X
ZAK (liver X —activated receptor, LXR) Fll miR-33 P Y
ATP 25 & & 5418 T Al ( ATP —binding cassette transporter
A1, ABCAL) ZRBFEARIYSE M, 45155 1 20 i pA I ] 5 114
TR 22 5 W 40 PR A i 0 A8 2 B M2 e R R 8
CNV , T2 nARMD (93 J . Wang 25 BF58 & 2K, fiff
FLFEFLEE 2B1 (sulfotransferase 2B1, SULT2B1) 2 fiH [F Btk
FEAL Y O s, 7 JIH [ AR b o2 B AR T, SULT2BI 1Y
BSOS TR X 324K (LXR) , B3 T M2 F g4 i
FATP 55 AW KK G W5 1 (ATP - binding cassette
transporter G1, ABCG1) F1 ABCA1 ( ABCG1/A1) A~/ fiH
[T P 1 PR T REL E M2 0o 20 R A, DT S 2 s D 2
U TERRL, 00 o P LA L i 5 0
Y AL AR nARMD 3 J i BARDL A TR AR SE

2.4 FRBERBEETRZiH# nARMD MR W58 L I
T A S A 35 B 3 1 B R A A st A% A8 S o S ORI I A
Bruch i H g B UKL T RRFI AR I 80, DA T 52 i 00 R8I 2
RE . G i oA S 6 1) 3L 5 nARMD AHE , £ 45 2%
5 # H E (apolipoprotein E, ApoE) . ABCA1 T A5 i B
(hepatic lipase gene, LIPC) F1 JH [# B fE % 52 & A
( cholesteryl ester transfer protein, CETP) ™", ApoE %)
AN IE AR AR (64 63 Fl £2) fEAE WA R W
ApokE Z 5 PE 5 nARMD I 2 40 K, ApoEed 55 fif HE [H 5
nARMD KUK FAEAH 36 | ApoEe2 2547 3 5 nARMD KUK
BRI A 56 {AJ2 Ferndndez — Vega 257" % B
ApoEe2 S5 JE K7 PU BE 2 A 38 A b 4 nARMD E A7
P 1EA. 55% B M (high—density lipoprotein, HDL)
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PRI 5 1 3 P AR 540 55 1 B 107 i ( hepatic lipase gene,
LIPC) ., A0 [& B g 7% # & I ( cholesteryl ester transfer
protein, CETP) FI ABCA1'™7' | ABCA1 7E 41 Jfd v 11 3¢ il
B g ) RPE FRSE PR Rl ABCAL 51/ RPE 4
fg A 2 RPE IR AZ #5284 LA KA 732 5% , nARMD A
Sl ABCAL 3 H7E 53 4 MR AE RPE 4ilifa b i 2350
TEAFRIF G EK T, ApoEe2 S50 3 F 5 nARMD K¢ &
WA R T — 25T

3 BERRBIZEL /5 nARMD it R I HL

3.1 JE JR AR 351 2 EL w8 | L Bz EUE #F nARMD i3 B
nARMD 19 3 ZLh5 BEAR A6 S 78 S A0 8T A M 40 2K 2%
FENRHE 25 5 5 Ak 0 S AR AIK 3% B i 2 1 (oxidized low —
density lipoprotein, OxLDL) , M Ifi £ #F CNV f4) & @7
T 5 A0 O B S 17 AN T R =2 TR A RS o, 00 I ) 3 4
RGBT AL % 28 S FH B AVE W0 I AN Iy b g 6% 16k
v, T B R E R BE &, IF 77 4R 16 % & (reactive oxygen
species, ROS) , WAA LY 23k A 3 A b S Mg
BENEF R Y™ , ROS &M T Ak
A B 5IEH AR, ROS Bl R SR ez &
L SRR S AR SRS PR AE ROS 1 B A R 2
KA LR R 45 45 B, ROS 72 A= Bifi 22 38 i, 1 A% 1 g
B AR AR R T AT A AT ST A AR SR Y R
FIICE % B ) ROS s AR S B A iR
FEACHH G R | 7E B BE R & ROS (3RS H  RPE 13k B
PE g 7 Bt A BT e &5 KA AL™ BB R
L T ROS W= U0 5 08 107 1R K S T e 415 22 o i S A
R SR T LS B e Ak, R T R A T
T S BURG S T 4 NF =B, T 38— 28 591 4% ik 240 i A1
TR IR, I S I SN B nARMD At J ) g i
1 SRk T BB R A AR R A AR R A2 HE nARMD i JE
P ¥ ( malondialdehyde, MDA ) 2 JI§ 5 i &1k 4 3 2 Al
PR, Ye S0 BN B N T S MDA BT RS o
F CNV AR, DL EAF5E R T MDA Al nARMD f9 %
Z e BRG] Ak — 2 i B X n ARMD AL 147 78 2
HEERNE L,

3.2 BB ZELHIH B &R 3 nARMD B ANk —
s Bt (AR A 2 00 0 AT B - 24 40 i o ML AR
B, HESZMEmABRRY . 00 A v EEEE & A
W3 B F B 2 3 nARMD R B X fEHE £ 2 1Y,
nARMD [4HFAFJ2 20 g 384 58 F11 CNV, RPE {E nARMD % %
P CHEE . RPE 41HE 7 e F 6z f ke s &
FEEBLAE A, FeBUAETT I | 8 A A0 mD 5 7 A0 52 0 28 o
VR G IRZ 2R M B ( photoreceptor outer segment, POS) (8]
FEIE % LS8 JE B b RPE 41 AS W7 2 #2786 4R TR
W A AR B POS™ . RPE [ W AT LI 41 il 4 57 4 4k
N, 7R R ARMD v 20t SRS I T RPE A
Wi, BRI AE ARMD ) B 30, S0k 10 38 £ g ok o Bsf 1) I 46
i, B W 4549 1T B8 2 R A=Ak 7 8, S 3T 3 R &2 i
AR BRI SR AL T AR A R AR Ak R
MIEAE AL nARMD A9 3EJE , Heckel 457" 1 57 32 1]
LG S % F1E W34 5 nARMD % HLEIA G, 1 25 15 i e
ZAK 1 (free fatty acid receptor 1, FFAR1) AJ DUEAIH il =

1434

e AT A 04 A 7 1R, 3 1T 00 8 5 B iR Y 5% S I - EB
(transcription factor EB, TFEB) , T FR il T 6B Z 25 /0 H
mi , P G PR B o & 1 B MR B IR T OS2 A
Y BE & 2, i) LI 4 il 1B T (vascular endothelial
growth factor A, VEGFA) %77 4= | DT 4K 2l A A2 2 1ff 45 A=
B, 2 nARMD, M 7L 309 5 1A 25 E #0E H ( mammalian
target of rapamycin, mTOR ) i {2 4 A Fn A= < 9 d 22
P R E WA G EE 4 mTOR J&— Fl
b (R R UR T AT ik A b SRR R N DT B
I Wi 554 )5k B2 7E RPE 4, mTOR 38 % 2 5 [ W
Mt R Y WA R AT R A R E Y CL
( mammalian target of rapamycin C1, mTORC1) i & A
Wit , 38 < BEL T RPE 4 75 000 B0 T B9 A 35 A2 MR O 4F
JEEZ R IIRES W R SR P VEGE ThRE, >
P B2 40 444 B B0 ) CNVES L SRR S5 — R 5T R A
nARMD ) [ I 0 DL 3 50 VEGF THAED . % T A MM
Wl AP VEGF T BETE nARMD H HA AH S 25 3,
B — 2L B 5T R A E TR I A R 7E nARMD 897 AL
il . mTOR F Weid B A0 158 & TR 97 2 A, 2R B
HIM A TE R TATRE G LA H L2 H TiHRT
nARMD, mTOR 7£ nARMD H4E FHAILHI (TR ABEFE T 8 FF
& S GRSy X A S

4 B R EHHE X B F LA nARMD 877 B e =

41 BEBEZE A nARMD BT BE®Em B X
(adiponectin, APN) &—FgIi K+, ZE 1T BB AR ik
IKAEE W ARG Jot AR DA K 2 T O TR A A O A
Y, APN B B Ik VEGF 7K I il CNVP® . Osada
A5 o i B B 2 2 K 1 (adiponectin receptor 1,
AdipoR1) R /N BRAH G EE R TEW] T AdipoR 1 8RR X4
I S 5 B B A L B AL ) i 28 742 M 1 532 i LG A Al AT
R A 24 28 35 A % B AdipoR1 mRNA 78 /) B 199 i iy
SIS 78 N B ( photoreceptor inner segment, PIS) 5% LIPS
ik, AR & B BIEAE POS kB, MM B AdipoR1 1Y
Ik xF M B iR D R ZE 4 B 2 ( verylong chain fatty
acidelongase, ELOVL2) (1153 £ CH 2 ELOVL2 5 5 Al
PIFEHE 2 9% ) DHA, DHA XF POS JE Ji %8 3¢ d 22, [A it
ELOVL2 75 5 P R 4 4k 47305 > 19 2% O 240 i o) e A A7 3% 1)
WESLHE, — W5 R Y], APN AT LLAE 3 5 03-1C -
PUFA Xf nARMD /) EUEEHI P i CNV SR HT, 875 APN
WS E % 03-LCPUFA 1Y IR & AHZE & 7 e S 1Y 0 w3 -
LCPUFA Xf nARMD B3 {4 VE I . H Al 5 2 1Y
58 e i — 2 8 25 7 B B APN 7 nARMD 54 F A &
TWETER 43 F L], LS 4F 7 i X — & 42 0 HARAE
B,

4.2 LXR 7 nARMD i&fr &8 A TFIE X Z A4 (liver
X-activated receptor, LXR ) 42— Fft Jic {4 8 36 119 4% 5% %
FOUL AR 5 CNV M E Y 45 Rlad B A 5 IR IR
ORI [ B A2 i TS BRI A AE & nARMD
FRHLH A DGR 22T W AR o 6l OB
P55 CNV /B, & B LXR i) id i NF-«B 306 &4
i NF-«kB p65 4% F% {7 I3 38 ATP 45 & & 448 T Gl
(ABCG1) A 114 A 5 i i OF ol /0 SAE S, Peters 45
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W5 & 30, JE [ Bty 1 76 RPE iy B Fa 846, LXR 34
BFAE TR ABCAT ZRIK 14 0 240 B JE 1 ey o w7 R o8 %
BB 407, 42 5 RPE £7 16 R IF R AR K E nARMD AU .
K, LXR 33 80 71 & — R AR AT BT %6 97 nARMD 19 4% 1
ELY/8
4.3 3 F Ak Y B 1 FE WD BUE Z 4 o i nARMD SRTTIBTE
e o E ALY B ARG 5 W BOE SZ R o (peroxisome
proliferator—activated receptor alpha, PPARa) & HFRE A
AT PPARa 5 2RI X 524K ( retinoid
X receptors, RXRs) L5457 3k 20 A% y X e Z IR T L) 25
53] DNA 158 5 Z AR F % 5% L T 6g , JTE PPAR
AR F IR Zhao 257 BF 5T & B, B AR DL
(PPARa 3 8h71)) 5 2K BB R ] LI CNV, JL
1 VEGF-C fl VEGFR-3 25 1 CNV, HH T 25410 LN
JES 38 D6 RCRAR N, AR5 DURRAE a4 B 45 25 O A FH A 1 3]
WA, R B 2 A T DL 18 T A S e fe 490 K SR 7 53 301
P B R P, T S e 4K 24 o R A K 24 W R R ], DT
nARMD 597 A KA AIMER™ . Chen %57 & B
WS £ 4 4k & nARMD — F 3 U 19 95 2 A8 £k, 7T 5 3¢
nARMD F9HL S #22%  AE i DURR s ] TGF—-B —Smad2/3
HEAE S Wnt 5 515 5 U AR R I 46 4k L 214 K A
F ( connective tissue growth factor, CTGF) &35 30 il #4 ]
JER£F4ifk, %5 Ak, PPARa B4EI77E nARMD fY 5256
BEAY b R R AP RIRTTRICR R — 2 I R B G nT DL
I 145 7% PPARa 7 nARMD k4= & R rh i EZAER .
5 INgE
HHl nARMD 397 )= BE F 1 VEGF 254, {3 /2 $t

VEGF 25497 Ife IR 17 3ok 72 H A7 76 1 £ 8o, iR 75 9097
nARMD BTS20 S ms . A SCF 2R 1R AR 7E
nARMD # & i i E AR, 4B #h FE w-3 LCPUFA |
JIFL T A R i I 1 5 PR A% S5 %) nARMID i 114 52 1
BCI R AL U nARMD 38 & A9 AL ) 35 298 I 0 3 R
AR08 A e K — 3 ) B9 AR AR L, 7E B AR
ApoEe2 SE 5EF 5 nARMD KUK 52 AH S i 25 5% , T fis & b
7t w-3 LCPUFA 5 nARMD & 21| B 3 1) 25 SR B 52 A0
B RS, DR ) T AN R i S AN ) [ 3R T B A E 5 1
EEM, FHINE RS AR RBER R T VEGF TEE, (1
5] nARMD B [ W34 58 5T VEGF T RE 1Y W 5 A7 7 7
J& R TEAEE ZAE DL VEGE ThAERT BEY e 2L, H:
FLARHLHIE 75 Bt — IR A 9T, —SE IR A I 254
1 APN P 7 LXR #sh 7 | M £k PPAR« 38 20 57 1 AT
Ay B ik A K SBORE , 7 2l 4 S52 6 v Je BEH BR R IR T A
ROREIE Y LI A T B 45 R (02 4 PR AL
JE IR AR AE nARMD A9 BT 47 M A Rk 1 75 2
JR I I PRAFF 5 . A ok ) BHF 5 77 1) 6 436 R A H8 35 i i 4K
W5 nARMD 22 [B] (%) 85 4 98 ¥ ML, =487 19 B BT AH ¢
FRaz Y HAYTF ¥ S, i nARMD 14 5 32 e fAS R 16 14
SPHRUE T Z A F B, BT X e B AR O 0 R 0 B A,
LA X 2 AR T R I A B RIR T ORI R
fRRIME .
B3 30k
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